There is increasing recognition in medical fields of the importance of behavioral and psychosocial factors in the development of cardiovascular disease. Although the pathogenesis underlying stress-induced atherosclerosis is not well known, inflammation may play a key role. Activation of stress-induced neuroendocrine pathways, such as the hypothalamo-pituitary-adrenal axis, and the sympathetic nervous and renin angiotensin systems, direct neurogenic inflammation may also contribute to the development of stress-induced atherosclerosis. (Korean Circulation J 2005 ; 35 : 101-105) KEY WORDS：Stress；Atherosclerosis；Inflammation.
Introduction
Extensive studies support that behavioral and psychological factors contribute significantly to the development and prevention of atherosclerosis. [1] [2] [3] [4] Psychological factors, specifically depression, anxiety, personality factors, social isolation, and chronic and subacute life stress, are known to be related to the risk of coronary artery disease(CAD).
2)

Psychological Stress is Estimated as an Emerging Risk Factor for Atherosclerosis
Stress can be defined as a threat to homeostasis provoked by a variety of stressor, such as environmental, psychological or physiological factors. 1) Chronic stress has been linked to the development of insulin resistance and deposition of abdominal fat, risk factors for CAD and diabetes in both humans and other primates. 5) Social and psychological stress can provoke CAD in cynomolgus monkeys fed a low fat and low cholesterol diet, suggesting the possible role of stress in the development of atherosclerosis in people without traditional risk factors. 4 
Physiological Pathways in Responding to Stress
Allostasis, defined as the ability to achieve stability through change, is critical to survival. Stress can also activate the renin-angiotensin system(RAS), and central angiotensin receptors are important targets of stress regulation. Stress increases the production of circulating Ang II 14) and the expression of its receptors in the brain, such as PVH. 15) Stress-induced Ang II can activate the HPA axis through stimulation of hypothalamic CRH, 16) and may contribute to the regulation of sympathetic responses to stress. 15) Ang II has direct effects on the adrenal gland by stimulating aldosterone secretion from the zona glomerulosa and catecholamine release from the medulla. 17 of the HPA axis, is associated with CAD. Stress also increases the level of plasma proinflammatory cytokines, 25) and may induce macrophage, having β-adrenergic receptors, to produce cytokines. 26) One possible route to the stress-induced inflammation process is through the production of reactive oxygen species(ROS) subsequent to Comparison of endothelial dependent vasorelaxation responding to acetylcholine between rats subjected to 2 week immobilization stress and control group. SD: sprague-dawley, Ach: acetylcholine. *: p< 0.05. 27) the activation of RAS. We found that arteries from rats subjected to stress showed endothelial dysfunction, as measured by the vascular tension in response to acetylcholine (Fig. 3) . 27) In our data, arteries of rats subjected to stress showed enhan- Treatment of these rats with an ACE inhibitor significantly reversed both the stress-induced endothelial dysfunction and depression of e-NOS(unpublished data). Our data supports the hypothesis that "stress may inactivate NO˙, which is probably mediated by the activation of RAS; thereby inducing vascular inflammation and endothelial dysfunction.
Ang II, via activation of AT 1 , has been implicated in cell migration, cell proliferation, coagulation, lipid oxidation and inflammation; thus, contributing to atherogenesis and endothelial dysfunction (Fig. 4) Peroxynitrite is a powerful oxidant and cytotoxic agent that can damage DNA, membrane lipids and mitochondria. Peroxynitrite promotes the inflammatory synthesis of prostaglandin 30) and is responsible for activating cyclooxygenase. 
